Although the problems of retrognathia in infancy were recognised by Virchow as early as 18641 the credit for the full description of the anomalad embracing mandibular retrognathia and glossoptosis is given to Pierre Robin.2 Palatal abnormalities, particularly clefts, are recognised generally as forming part of the complete anomalad. There are good accounts of the disorder although the emphasis tends towards aetiology and treatment.1 X7 We know of no follow-up study of a large series. We describe here the clinical features and subsequent developmental progress of 55 British children with the Robin anomalad, including cleft palate, followed over a period of between 1 and 10 years after birth.
Patients and methods
During the 10-year period July 1966 to June 1976, 55 patients with mandibular retrognathia, glossoptosis, and cleft palate (Robin anomalad) were admitted to the Liverpool Regional Cleft Palate Units at Alder Hey Children's Hospital and the Royal Liverpool Children's Hospital, Heswall. Thirty children were recalled and assessed by a paediatrician (AJW), a speech therapist (MAW), an educational psychologist (CAW), and an orthodontist (PGB) with informed parental consent.
Fourteen children had died and 11 could not be traced or declined to attend. The case records of this group of25 were reviewed and we sought educational information by questionnaire on the 11 surviving children not formally assessed.
Results
Fourteen (26%) of the 55 children had died. All deaths had been within 14 weeks of birth. Of the 14 who died, 10 (71 %) had additional congenital abnormalities (Table 1) . Two deaths were considered a result of concomitant congenital heart disease. Four children were shown to have bronchopneumonia at necropsy although in only one was there a clear history of aspiration of feeds. Two children died suddenly and unexpectedly in hospital at age 2 months and no clear cause of death could be found Language. Seventeen children aged 10 months to 6 years were tested using the Reynell developmental language scales (RDLS) experimental edition.8 One showed delayed development of comprehension, defined as being 2 SD below mean for age, together with delay in expressive language. One other child showed delay in expressive language only. Thirteen children over age 6 years were tested by subjective assessment with composite pictures to stimulate conversation. Two of these 13 showed unequivocal severe delay in language skills both in fields of comprehension and expressive language. One child showed an immature pattern and the remaining 10 had normal language skills.
Articulation. The Edinburgh articulation test (EAT)9 was used on 25 children (Table 3 ). This test is standardised for children of 3-6 years only but is useful in defining articulatory defects in a wider age range. Four children were seen before palatal surgery and could not be assessed and one child had insufficient language for testing. Nasal resonance. Nasal escape of air in consonants in speech was assessed subjectively on the scale nil-mild-severe. It was not feasible to test the 4 children seen before surgery and one child had 
Educational assessment
In the preschool age group (0-60 months) the developmental level was matched against standardised norms. In the school age group (60+ months) basic numeracy, literary skills, and general intellectual ability were examined. All assessments were carried out in the presence of a parent.
Preschool group (n = 11). The Griffiths's scale was used for assessment and applied rigorously where possible.1' 12 If a child was unable to co-operate (for example one had a plaster cast encasing both legs) the scale was completed by careful observation and details of performance obtained by questioning the parents. In this small sample the data suggested that the children's development profiles were within the range expected of normal children in the same age group (Table 4) . There was an indication of poorer scoring in hearing and speech subscales although the sample is too small for statistical analysis.
School age group (n = 19). These children were group.bmj.com on October 21, 2017 -Published by http://adc.bmj.com/ Downloaded from The Robin anomalad (Pierre Robin syndrome)-a follow-up study 665 An increased incidence of short stature in children with cleft palate has been reported. 29 Growth hormone deficiency has also been described. 30 We did not confirm an increased incidence of short stature in our patients.
Subsequent normal mandibular growth is well known3' and this was a feature of all older patients in our survey. A high proportion of children with cleft palate have articulatory difficulties. Fricative (for example 'f' 's' 'sh') and plosive (for example 'p' 't') sounds are particularly affected, nasal sounds (for example 'm' 'n' 'ng') are usually unimpaired.32 In our study 11 (44%) of 25 children tested with a standard test of articulation showed atypical substitutions of speech sounds. The articulatory patterns were identical with those observed in children with isolated cleft palate. Fricative sounds were invariably incorrectly produced and plosives and affricates (for example 'ch' 'j') frequently impaired. Language was the least affected communication skill. Only 4 of 30 children tested showed language delay, 2 of whom were receiving special educational help. We 
